The plaques formed by two calf rotavirus isolates differed in size and appearance. One isolate was more sensitive to homologous than to heterologous antiserum while the other was equally sensitive to both antisera.
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previously (Naik & Butler, 1979) to be advantageous for clear plaque formation. After adsorption for 45 min at 38 °C, the monolayer was drained and rinsed, and 5 ml overlay medium was added. The plates were incubated as above and a second similar overlay was added 3 days later. The agar overlay was removed after a further 3 days incubation, the monolayer was stained with 0.05 % (w/v) crystal violet in buffered formol saline, and plaques were counted and measured.
Antisera to the U.K. and N.I. strains of virus were provided by those who had given the virus and was raised in the gnotobiotic host. After heating at 56 °C for 30 min, serum was diluted 1/400 in EBSS at pH 7.5 and mixed with equal volumes of virus dilutions (100 or 1000 p.f.u., also prepared in EBSS) and incubated at room temperature. Samples (0.2 ml) were withdrawn at specified intervals and immediately diluted with 0.8 ml borate-KC1 buffer (as above). Residual virus was titrated and the percentage survival was plotted against time; three replicates of each reaction mixture were tested on each occasion.
The plaques formed by the U.K. and N.I. strains of virus differed both in size and definition ( Fig. 1) . Those produced by the U.K. virus were discrete and between 1 and 2 mm diam., whereas those formed by the N.I. strain were over twice the size (3 to 5 mm diam.) with a diffuse halo. Trypsin, which is widely regarded as essential for the plaque formation and growth of many rotaviruses (Almeida et al., 1978) , had been previously shown (Naik & Butler, 1979) to have no influence on plaque number or appearance in the diploid calf cell cultures. Neutralization resulted in a familiar but little understood biphasic reaction (Mandel, 1978) with rapid inactivation followed by a plateau of residual infectivity (Fig. 2 ). At the concentration tested, the N.I. strain was more sensitive to homologous than to heterologous antiserum, whereas the U.K. virus appeared to be equally sensitive to both antisera. Insufficient sera were available for more exhaustive studies but preliminary tests with higher and lower dilutions revealed essentially similar results. Preimmune sera had no effect on virus infectivity. 
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The differentiation of serologically distinct and unrelated rotaviruses by plaque morphology has already been reported (Estes & Graham, 1980) but the differentiation of serologically related isolates from the same species by plaque morphology is unique. That these two apparently related strains can also be distinguished by serum neutralization is also interesting and, in this respect, it is worth noting analogous studies by Gould et al. (1972) who demonstrated plaque differences between fresh and laboratory strains of rubella virus, and later reported differences in their neutralization kinetics (Gould & Butler, 1980) . However, they were unable to decide whether or not cell culture passage was responsible for this phenomenon. In the present study the U.K. virus has had longer adaptation to cell culture than the N.I. virus but it is difficult to see why this would result in biological and serological changes. It would be interesting to know, in this regard, whether the two isolates of simian rotavirus plaqued by Stuker et al. (1980) have the same plaque morphology as the related SAIl virus which has experienced prolonged adaptation to cell culture, and whether neutralization kinetics would reveal serological differences between these viruses. If differences of the type we have recorded were observed more widely there might be a basis for an explanation of their phenotypic or genotypic origin.
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